10 shown in Figure 12-1 is the summary estimate based on the dies combined. The relative risk estimates of lung cancer in ismokers in association with ETS exposure, together with the ;a used for calculating them, are given in Table 12-4. The data en in this table permit readers to combine any subset of the studies which they may wish to consider. A summary estimate the relative risk for the selected studies can then be calculated ng the general method described in Appendix B. The method ights each study by its statistical precision and avoids making ippropriate comparisons across different studies. In the course jxamining the data, several such subset analyses were conducted d the results are presented below.
The overall summary relative risk of lung cancer among non-okers in association with ETS exposure was 1.34 (95% confi-nce limits 1.18-1.53). For all women the relative risk was 1.32 16-1.51); for men it was 1.62 (0.99-2.64). The wide confidence lits for men reflect the fact that most of the data were based nonsmoking women rather than nonsmoking men. For studies aducted in the United States, the relative risk was 1.14 (0.92-10). Considering only the largest studies (those with expected mber of lung cancer deaths of 20 or more), the relative risk ;imate was 1.32 (1.15-1.52). The confidence limits on each of 3se estimates all include the overall summary estimate of 1.34.
CORRECTIONS TO ESTIMATES FOR SYSTEMATIC ERRORS
Two alternative explanations can be given for the finding an increased risk in the epidemiologic studies. The finding ly represent a direct and causal effect of ETS exposure on lung ncer in nonsmokers; or it could be due in whole or in part to is, either in the form of systematic errors in the reporting of formation or a confounding factor that is associated both with tig cancer and the fact of living with a spouse who smokes. An iportant question to answer is "What true risk, modified by a asonable set of bias-producing factors, could lead to the average ik indicated by the epidemiologic studies?" In the following ctions two computations are given that estimate how much the ne relative risks might be modified as a result of these possible ads of misclassification.her the intake of the relevant carcinogens in active and passive smokers is directly proportional to the relevant intake of nicotine, from which cotinine is derived. Our lack of knowledge of which specific smoke components are responsible for causing lung cancer and ourts of maternal smoking on pulmonary function in
